Results

a.       Mitoiic Index : There was a dose dependent decrease in the mltotic index
(Table 1). At 25 ug/m! 2 NPPD decreased the cell proliferation by 50%
(0.64%) compared to the solvent control (1.28%). At doses of 50 and 75 ug/
ml further inhibition of cell proliferation (0.34% and 0.29% respectively)

was seen.

b.      Clastogenic effects: Exposure of cells to various concentrations (25,50 and
75 ug ml) of 2NPPD for a duration of 4 8h resulted in a significant proportion
of aberrant metaphases (Table 1). Increase was observed even when gaps
were not included amongst the types of aberrations. In addition to gaps, other
types of chromosomal damage observed were chromatid and isochromatid
breaks and fragments. Exchange figure was not observed. There was ceU
death at 100 ug/ml the highest dose employed.

c.       SCE and Cell Kinetics: Chronic exposure to 2NPPD (at 25,50 and 75 ug/ml)
induced a significant dose-dependent increase in the frequency of SCEs
(Table 2). 2NPPD inhibited cell proliferation when present throughout the
culture period (0-72h). At 50 and 75 ug of 2NPPD per ml,   there was
inhibition of proliferation as shown by the decline in the proportion of third
cycle metaphases, simultaneous with a linear increase, in the proportion of
first cycle metaphases (Table 3).

TABLE 2 FREQUENCIES OF SISTER CHROMATID EXCHANGES
OBSERVED IN CULTURED LEUCOCYTES EXPOSED TO 2NPPD.


	Cells
	SCE's
	
	

Treatment
	Analysed (n)
	(n)
	Mean
	Range

Untreated Solvent control
	25
	145
	5.80
	2-10

(10% DMSO)
	25
	172
	6.85
	4-14

2NPPD
	
	
	
	

25 ug/ml.
	25
	296
	11.84
	6-20

50 ug/ml.
	25
	356
	14.24
	9-25

75 ug/ml. .
	. 25
	386
	15.44
	8-26
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